Abstract
Introduction

Giant cell arteritis (GCA) is a pathological entity characterized by chronic granulomatous inflammation of large-and medium-sized arteries. It affects predominantly temporal arteries (temporal arteritis), and the aorta and its major branches (1). Although the involvement of small arteries in the viscera such as kidneys has also been reported in disseminated GCA (2), isolated GCA of the kidney is extremely rare, and the characteristics of infiltrates into the small arteries of the kidney have never been examined. This report describes a case of biopsy-confirmed renal granulomatous arteritis of the small arteries without glomerular involvement, probably representing localized GCA. A detailed examination of leukocytes infiltrating the affected arteries revealed only a few macrophages in sharp contrast to GCA affecting large-and medium-sized arteries.
Case Report
T h e r e we r e n o s i g n i f i c a n t g l o me r u l a r c h a n g e s . Ho we v e r , n o t e wo r t h y a r e t h e a t r o p h i c t u b u l e s , e x p a n s i o n o f t h e i n t e r s t i t i u m, a n d mo n o n u c l e a r i n f i l t r a t i o n . Fig. 2A and B) . However, only a few CD68 + macrophages were observed (Fig. 2C) . Also there were few S100 + cells, which are considered to be histiocytic cells (Fig. 2D) To date, biopsy-proven isolated renal GCA has only been described in three cases. One case progressed to terminal renal failure despite therapy with high-dose corticosteroid and cyclophosphamide (6) , whereas the remaining two cases showed a marked response to corticosteroid therapy (1, 7 (4) .
Discussion
Based on the renal biopsy examination, the differential diagnoses included Wegener's granulomatosis (WG), sarcoidosis, Churg-Strauss syndrome (CSS), and giant cell arteritis (GCA), all of which cause granulomatous arteritis. The patient did not show upper respiratory involvement, and PR3-ANCA was negative. The glomerular pathology was also incompatible with WG; crescentic and necrotizing glomerulonephritis are its characteristic feature. Sarcoidosis cases showing systemic vasculitis have been reported (3). However, such cases present with typical clinical manifestations such as uveitis, bilateral hilar lymphadenopathy, and lung infiltrates, none of which were observed in the present case. Granulomas in sarcoidosis are usually located in the media and adventitia. However, the granuloma seen in the present case grew bound by the lumen, and this feature is commonly observed in GCA granulomas in medium-or largesized arteries (4). CSS was easily ruled out based on the lack of eosinophilic infiltrates into the granulomatous lesions, and by the absence of eosinophilia and asthma.
F i g u r e 2 . I mmu n o p e r o x i d a s e s t a i n i n g f o r CD4 , CD8 , CD6 8 , a n d S 1 0 0 p r o t e i n ( s e r i a l s e c t i o n s ) . T h e p r e d o mi n a n t c e l l s i n t h e g r a n u l o ma t o u s l e s i o n a r e CD4 + T c e l l s ( A) , f o l l o we d b y CD8 + T c e l l s ( B ) . On l y a f e w CD6 8 + ma c r o p h a g e s a n d S 1 0 0 + h i s t i o c y t i c c e l l s a r e o b s e r v e d ( C a n d D) . Or i g i n a l ma g n i f i c a t i o n
